His difficulties began about 2' years earlier when, after running, he experienced a syineop.l attack. In the ensuing months there were 3 other nonconvulsive syncopal episodes, each related to
bo considered in young patients with clinical coronary disease; they include syphilitic ostial stenosis, coronary embolization, pulmonary origimn of a coroiary artery, and necrotizing arteritis in addition to aneurysm of a coronary artery. In this instance time aneurysimi caused a shadow that was seeni by x-ray but was not identified during life.
ISCH11EMIC heart disease, currently one of the leadiing causes of disability and death, is largelyN a manifestation or complication of (oorommarv The aorta was smooth with only a moderate quantity of linear flat yellow intimal deposits in its abdominal portion.
The lungs and viscera were moderately congested.
Microscopically, the left ventricular uvyoeardium presented extensive areas of subendoeardial and transmural scarring; additionally, there were small foci of recent ischemic necrosis involving the right ventricular imiyoeardiuini. The walls of the coronary aneuryvsmiis were essentially fibrous with focal calcific deposits and only tiny vestiges of elastica or medial musculature. Except for a small lumen in the left circumflex the 3 aneurysms were completely filled with thrombus of varying age and organization. Related to the organization of the thrombi were small accumulations of lymphoid cells about thin-walled vascular channels in the aneurysmai.rl wall. Uninvolved segments of the coronary arterial tree presented small focal gaps and defects in the medial musculature without associated inflammation.
DISCUSSION
In the present case the structure of the aneurysms and the absence of septicemia or of endoearditis clearly rule out bacterial infeetion as an etiologic factor. Similarly, the clinical history and course as well as the anatomic findings negate the possibility of syphilis, rheumatic fever, or neerotizing arteritis. The distinction, accordingly, lies between congenital and arteriosclerotic aneurysm. In this instance, with organizing thrombi filling the dilated channels, this differential cannot be made on structure alone. The secondary intimal changes, which result from the organization of mural thrombi, duplicate the usual features of atherosclerosisY The replacement of specific vascular structure by fibrous tissue with calcific deposits too has no differenitial diagnostic value. Atheroselerosis, however, is a generalized pathologic process though its clinical manifestations may be local, and it is extremely unlikely that it may be so advanced that it causes aneurysms in the coronary arteries while there is only insignificant or early disease in the aorta and elsewhere. Indeed it has been demonstrated that atherosclerosis is generally more severe and advanced in the aorta than in other areas.7 Accordingly, we think that the aneurysms were congenital rather than arteriosclerotic. Obviously, this We have reported a case, the sixty-ninth of coronary artery aneurysm, the twenty-first of congenital aneurysm of the coronary artery, the sixth in which both coronary arteries were involved, and the first in which a coronary aneurysm was visualized, though not recognized, during life.
The patient had symptoms of myocardial anoxia for 2 years prior to his death from myocardial infarction. One year before his demise an x-ray film of the chest, taken with a Potter-Bucky diaphragm, had demonstrated a calcified ovoid mass, which subsequent autopsy proved to be an aneurysm involving the circumflex branch of the left coronary artery.
We have discussed the differential pathologic features of congenital and arteriosclerotic aneurysms and have tabulated some 
